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Sir, Xanthomas are lipids-predominantly low density lipoproteins (LDL)-deposited within histiocytes [1] through their scavenger receptors as well as by in situ synthesis. [2] These usually occur, in a variety of familial/acquired lipoprotein disorders-and sometimes (as in xanthelasmata and some tuberous and tendinous xanthomas, etc.) due to leakage of LDL induced solely by local factors, e.g., heat, movement, and friction, etc. [2, 3] "Giant" tuberous xanthomas in a 9-year-old child with homozygous familial hypercholesterolemia An early clue to the underlying hyperlipidemia may be provided by the types of xanthoma: eruptive, indicating hypertriglyceridemia of Frederickson type III and IV hyperlipoproteinemia; tuberous, raised LDLs of dysbetalipoproteinemia (Frederickson type III) and familial hypercholesterolemia (FH) (Frederickson type II); tendinous, FH and planar, Frederickson type II/III hyperlipoproteinemia. [3] A thorough evaluation of index case(s) of, the usually in the LDL receptor, recently also in apolipoprotein (apo) B 100 receptor and proprotein convertase subtilisin/kexin 9-has also been reported following autosomal recessive mutations in hypercholesterolemia (ARH) adaptor protein gene.
Having an incidence of one in 500 persons, less raised LDL-cholesterol concentration (5-12 mmol/L), and CAD at a later (<55 years) age, it usually lacks xanthomatosis and exhibits a better response to therapy.
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relatively uncommon, pediatric xanthomas can improve prognostication across generations, some members thereof being unwary of the underlying smoldering metabolic disorder. We herein present such a case whose lesions, especially on the buttocks, were gigantic.
A 9-year-old boy, product of a nonconsanguineous marriage was brought to us by parents with the history of gradually progressing asymptomatic, yellowish, nodules around joints of extremities (lower → upper) since 4 years. They, themselves asymptomatic, also gave a history of "sudden" demise of the patient's paternal grandmother in her forties.
The child's build, nourishment, and systems (including cardiovascular) were normal. He had soft, smooth, yellowish, non-tender nodules of 1-7 cm diameter overlying knees, elbows, buttocks, metatarso/metacarpophalangeal, and interphalangeal joints [ Figure 1a -e]. Bilateral arcus juvenalis was obvious. Sheets of foamy macrophages in lesional the tissue histopathology sections corroborated the diagnosis of tuberous xanthomatosis [ Figure 1f ]. Lipid profile (cholesterol: total: 1020 mg%, HDL: 22 mg%, LDL: 824 mg% [reference range 40-160 mg/dl], triglycerides: 121 mg%) confirmed severe primary type II homozygous FH. Parents, advised to institute lifestyle modifications and review after cardiologist' consult, failed to bring the patient for follow-up.
Pediatric xanthomatoses necessitate thorough evaluation, including genetic, for heritable conditions. [4] Phytosterolemia, inherited autosomal recessively, has elevated dietary sterols consequent to hyperabsorption and lower biliary excretion. Alagille syndrome, inherited autosomal dominantly, has characteristic facies and involvement of liver, heart, skeleton, eye, kidneys, etc. Homozygous FH, a co-dominant conditio-due to concurrence of both the LDL receptor-has an incidence of one in a million population. It typically presents during childhood with xanthomatosis of skin and tendons and has high LDL hypercholesterolemia (>12 mmol/L) leading to mortality due to coronary artery disease (CAD) during teens despite usual therapy with statins. [5] Plasmapheresis and curtailment of cholesterol absorption by ezetimibe may improve its prognosis. [3] The heterozygous variant of FH, attributed to autosomal dominantly inherited mutations- 
